. CT of a patient with iatrogenically induced spondylodiskitis due to Mycobacterium xenopi. The scan was taken after introduction of contrast medium and demonstratesthe erosion of the vertebral body at the L4-L5 level, an epidural lesion, and subcutaneous and right psoas muscle abscesses (white arrows).
completely resolved. Medical treatment was continued for a total of 18 months. Three years later the patient is in good health. It has been retrospectively shown that this infection was due to hospital water contamination of the needle used during percutaneous nucleotomy.
Seven cases of osteoarticular infections due to M. xenopi have been reported in the literature [1] [2] [3] [4] [5] [6] [7] , including two cases ofvertebral osteomyelitis (one in a patient with systemic lupus erythematosus [5] and one in an immunocompetent patient [6] ). M. xenopi has been isolated frequently from samples from hot water generators and hospital storage tanks and, as in our case, has caused some cases of nosocomial infection [8] .
In our case, spinal tuberculosis was diagnosed on the basis of the patient's clinical presentation and radiological histologic findings. However, histologic findings are not specific for M. tuber-
Acute Pancreatitis Associated with Streptococcal Toxic Shock Syndrome
Group A ,B-hemolytic streptococci may cause a variety of illnesses ranging from very common, usually clinically mild conditions (such as pharyngitis and impetigo) to less common severe infections (including bacteremia and toxic shock syndrome). We recently cared for a patient with acute pancreatitis and clinically and microbiologically proven streptococcal toxic shock syndrome. To our knowledge, this is the first case report indicating that acute pancreatitis may be associated with streptococcal toxic shock syndrome.
An 18-year-old girl presented with a 6-day history of intermittent fever and abdominal pain. At the time of admission, she had severe epigastric tenderness. A hemogram revealed a leukocyte count of 18.4 X 10 9/L (68°A. neutrophils, 16% lymphocytes, 13% monocytes, and 3% band forms), a hemoglobin concentration of 13.2 g/dL, and a platelet count of 292 X 10 9/L. The biochemical study showed the following values: serum total bilirubin, 2.1 mg/dL; direct bilirubin, 1.2 mg/dL; aspartate aminotransferase, 50 lUlL; amylase, 165 U/L; and lipase, 1,025 U/L. The ratio of renal clearance of amylase and creatinine was 9.5%. Ultrasonographic Acute pancreatitis complicated with peritonitis was suspected, and the patient underwent laparotomy as soon as her hemodynamic status was stabilized. About 300 mL of serous fluid was drained. There was no internal bleeding. Culture of blood taken at the time of admission subsequently yielded group A ,B-hemolytic streptococci. These isolates were further characterized by PCR analysis and were shown to harbor the speB gene. Culture of the serous fluid was sterile. The patient was given therapy with ampicillin and ceftriaxone. Her condition stabilized within 48 hours when she no longer required blood pressure and respiratory support. No skin rash or desquamation was observed throughout her clinical course. She ultimately made a full recovery after receiving a 10-day course of antimicrobial therapy.
Acute pancreatitis is usually a sterile inflammatory process caused by chemical autodigestion of the pancreas. Mostly, it is associated with alcoholism, trauma, and biliary diseases [1] . Viral agents, including mumps virus and coxsackievirus, are sometimes involved. Acute pancreatitis has been rarely associated with bacterial infections [1] . Bacterial pathogens such as Campylobacter and Mycobacterium species have previously been reported to cause this disease [1] . The precise mechanism by which bacterial infections may cause pancreatitis is still unknown. Previous studies [2, 3] have tried to establish a causal relation between pancreatitis and bacterial sepsis; these studies indicated that endotoxemia resulting from the release of components of gram-negative bacteria from the gut is common in patients with acute pancreatitis. Data from a opossum model of pancreatitis also pointed out that bacterial translocation from the gut lumen to mesenteric lymph nodes with subsequent hematogenous dissemination could be a possible mechanism of the development of acute pancreatitis [4] .
Whereas the exact subsequent pathogenesis of bacterial translocation is unknown, there is only a potential pathway-namely, an inflammatory response of the pancreas that is induced by the cytokines (including at least interleukin 6 and tumor necrosis factor [TNF] a) [5, 6] . Direct evidence supporting this implication has been obtained from a study oftransgenic mice [7] ; this study found that the expression of TNF-a in the pancreatic islets may induce an inflammatory response that is restricted to the islets of Langerhans and progresses to insulitis but not to diabetes. On the basis of this information, we presume that in our case the superantigens (i.e., the streptococcal pyrogenic exotoxins) mediated a non-antigen-specific binding between the T cell receptor and the major histocompatibility complex class II molecules on antigen-presenting cells; consequently, the mononuclear cells were activated to produce large amounts of the cytokines, which were in fact directly responsible for the development of the inflammatory phenomena of the pancreas. In patients such as ours, the cardiovascular system is another target organ of the cytokines, as shown by the dilatation and altered permeability of the blood vessels that lead to the development of shock, hypoalbuminemia, and ascites.
Although there is no definite proof that our patient's pancreatitis was attributed to the streptococcal infection and although more patients with these two conditions would provide a more convincing argument that there is an association, the absence of other possible causes, the concomitant bacterial infection, and the clinical improvement following antibiotic therapy indeed suggest a possible causal relation. This report indicates that streptococcal toxic shock syndrome should be considered as another possible cause of acute pancreatitis.
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Children Azoles that are active against mycoses are an important advance in the management of serious fungal infections. Recent reports of clinical resistance and failure associated with triazole therapy have been of considerable concern [1] [2] [3] [4] [5] [6] [7] [8] . Candida albicans isolates with high-level resistance to azoles (including fluconazole) have been identified, particularly in patients with advanced HIV infection; detection of these isolates usually occurs after administration of long-term systemic azole regimens, which often include low doses of maintenance fluconazole therapy [1-3, 6, 7] . To date, fluconazole-resistant c. albicans is rare in persons who are not infected with HIV, and reports of nosocomial infection caused by resistant C. albicans are infrequent [4, 5] . Resistance to fluconazole has not been reported in immunocompetent individuals who were not hospitalized. We describe a healthy female who had azoleresistant c. albicans vaginitis that responded to therapy with boric acid.
A 38-year-old female with a 3-month history of continuous yeast vaginal infection was referred to the Vaginitis Clinic at Wayne State University (Detroit) on 3 March 1995. Before the referral, the patient had experienced only occasional episodes of candidal vaginitis. Symptoms at presentation included pruritus, vulvovaginal burning, and dyspareunia. During the 3 months before presentation, the patient had received over-the-counter topical antimycotic agents as well as prescribed terconazole and fluconazole (150 mg orally daily) for 1 month.
A pelvic examination revealed erythema and edema of the vulva and vagina, with extensive vulvar excoriation. Examination of the cervix and a bimanual pelvic examination did not reveal any abnormalities. The vaginal pH was 4.3, and a test for amine was negative. Microscopic examination of vaginal secretions in saline revealed no increase in polymorphonuclear neutrophils, no clue cells, and no trichomonads; however, numerous yeast blastospores as well as pseudohyphae were seen. On the assumption that the patient had azole-susceptible C. albicans vulvovaginitis, she was initially treated with fluconazole (150 mg administered every 4th day; three doses total). Culture of vaginal specimens yielded C. albicans.
The patient returned to the clinic 2 weeks later, at which time her condition was only marginally improved (she still had signs of vulvovaginitis); microscopic examination of vaginal secretions in 10% KOH revealed yeast, and culture of a vaginal specimen again yielded C. albicans. While susceptibility tests were being performed, she was treated with clotrimazole vaginal suppositories (100 mg daily for 7 days).
The patient returned to the clinic 10 days later, at which time she was still uncomfortable and had persistent clinical signs of vulvovaginitis; microscopic examination of vaginal secretions in 10% KOH again revealed yeast, and culture of a vaginal specimen again yielded C. albicans. There was no question oflack of compliance with her medications. The patient received therapy with boric acid (600-mg vaginal capsule twice daily for 2 weeks). She returned to the clinic after 17 days; at that time she was asymptomatic and a pelvic examination did not reveal any abnormalities. The results of all laboratory studies (including cultures) were negative, and follow-up examination 6 weeks later revealed that she was clinically and mycologically cured.
In vitro susceptibility tests performed according to NCCLS (National Committee for Clinical Laboratory Standards) methodology [9] revealed that the vaginal C. albicans isolates were susceptible to amphotericin B (MIC, 0.01 j.lg/mL), miconazole (MIC, 0.05 j.lg/mL), and flucytosine (MIC, 0.63 j.lg/mL) and that they were resistant to fluconazole (MIC, > 40 j.lg/mL), itraconazole (MIC, 6.25 j.tg/mL), and ketoconazole (MIC, 3.12 j.lg/mL). The C. albicans isolates had intermediate susceptibility to clotrimazole (MIC, 0.39 j.lg/mL). All three isolates were compared with use of CHEF (contour-clamped homogeneous electric field) typing (data not shown) and found to be an identical C. albicans clone.
To our knowledge, azole-resistant C. albicans has not been previously reported as a cause of vulvovaginitis. We recently reported the results of susceptibility testing of over 500 vaginal yeast isolates, including 300 isolates of C. albicans, obtained from patients in our clinic; no evidence of azole resistance was observed [10] . Our patient's case demonstrated high-level resistance to fluconazole as well as cross-resistance to ketoconazole and itraconazole, drugs that she had not received. She had received a prolonged course of daily fluconazole for 1 month.
We believe that our case is an example of fluconazole resistance that was associated with the development of cross-resistance to other azoles in a vaginal strain of C. albicans in an immunocompetent patient who was not exposed sexually or otherwise to a reservoir that might have selected for resistance in C. albicans. Unfortunately, the specimen of C. albicans isolated before the course of fluconazole was administered was not available to determine preexposure susceptibility; thus, it is unclear at which stage resistance to fluconazole developed. Since superinfection with a resistant isolate is unlikely, it is possible that our patient was initially infected with a fluconazole-resistant strain or that resistance developed during topical azole therapy or under the selective pressure
